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A RAS effector loop mutant that fails to bind RAF noneworm homologs. These domains include a sterile alpha motif (SAM) domain, a PDZ domain, two proline-rich theless binds SUR-8, whereas an effector loop mutant (P34G) that fails to bind SUR-8/SOC-2 nonetheless (potential SH3 LAT is palmitoylated on C-terminal affect developmental processes associated with receptors other than SEV, such as EGFR, and thus might cysteines, and this palmitoylation is required for its function, perhaps to localize it in sphingolipid rafts in the also act in these pathways. Moreover, CNK is tyrosine phosphorylated in response to EGF in mammalian cells. membrane (Zhang et al., 1998) . DOF might be localized to the cell periphery by interactions with other proteins, Overexpression of a wild-type CNK results in apparently contradictory affects: it slightly inhibits signaling in an or even via modification of its C-terminal cysteines. These proteins may differ in their membrane localization otherwise wild-type background, enhances an active RAS phenotype, but suppresses an activated RAF phestrategies, since FRS2 is myristoylated, LAT is palmitoylated, and DOS has a PH domain. Such differences might notype. These observations suggest that CNK interacts with regulators or targets of RAS and RAF, and that the contribute to their specificity for receptor tyrosine kinases. We speculate that such SH2-binding platforms stoichiometry of CNK to RAS, RAF, or other interacting proteins is important for signaling.
(FRS2, DOS, LAT, and DOF) might recruit both positively and negatively acting proteins and their phosphorylation CNK has several protein interaction domains in addition to a novel domain defined by the fly, human, and state would thus be crucial to the level of signaling act, utilizing the energy of GTP hydrolysis to govern
